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TWO CASES OF HEMICHOREA ASSOCIATED 

WITH BRIGHT'S DISEASE.1 

Bv FRANCIS X. DERCUM, M.D. 
INSTRUCTOR IN NERVOUS DISEASES, UNIVERSITY OF PENNSYLVANIA. 

NEUROLOGIST TO PHILADELPHIA HOSPITAL. 

THE following cases appear to be of unusual interest. 
They are briefly as follows: 

Case I.—F. B., a shoemaker aged fifty-eight, 
had for several years been under the care of the writer 
for chronic Bright’s disease. At various times he suffered 
from headache and dyspnoea, and at others from marked 
mental depression. His urine had been examined many 
times and contained both albumin and casts. The former 
was always present, though the amount was never large. 
The casts were few in number, both hyaline and granular. 
They were only found after prolonged search. The 
quantity of urine did not seem to be affected. 

Under treatment, the patient improved from time to 
time, being sometimes better and sometimes worse. For 
months together he would disappear from under observa¬ 
tion, and at other periods the recurrence of his symptoms 
would again bring him under my care. However, from 
August to December of last year, his visits to my office 

1 Read at thirteenth annual meeting of American Neurological Ass’n, Tuly 
1887. 

473 



FRANCIS X. DERCUM. 474 

gradually increased in frequency, and on December 2d 

he presented himself with his dyspnoea much more marked 

and complaining of excessive headache. I ordered him 

home and intended visiting him on the following day. At 

midnight, however, I was hastily summoned by his wife, 

who told me that he had had what she termed a stroke. 

On arriving at the bedside, I found to my astonishment 

that his left arm and leg were being constantly thrown 

about by violent choreic movements, and that the left half 

of his face was being constantly distorted by grotesque 

grimaces. These movements were in no sense convulsive 

and were strictly limited to the left half of the body. 

The man was perfectly conscious, but he seemed dazed 

and stupid. A hasty examination showed that, while 

there was weakness of the affected side, there was no ac¬ 

tual paralysis; and also that sensation was not materially 

impaired. 

I was inclined to regard the case as possibly one of pre- 

hemiplegic chorea, but fortunately, as the sequel showed, 

decided not to use any very active measures. 1 merely 

prescribed a few large doses of bromide of sodium and 

concluded to wait. On calling the next morning I was 

surprised to find my patient down-stairs. He had, with 

some help, dressed himself and had insisted on going 

down. This feat he had accomplished with some diffi¬ 

culty; I now examined him with greater care. The choreic 

movements were less violent than during the night, though 

still excessive. They were still limited to the left side. 

The arm was the most affected, the face next, and the leg 

least of all. On comparing with the sesthesiometer the 

sensation of the affected side with that of the sound side, 

no difference was detected. The grip, however, was evi¬ 

dently weakened. The patient also complained of in¬ 
creased headache. 

For two weeks following his condition remained about 

the same, though the hemichorea was on some days less 

marked than on others. Up to this time, digitalis and 

various supporting measures had been steadily maintained. 

In addition, bromide of sodium and chloral had been given 
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at night, as the choreic movements were at times so vio¬ 
lent as to interfere with sleep. 

On December 17th, I discovered that a large carbuncle 
was forming on the back of the neck. This new-comer 

rapidly increased in size and soon decided the fate of my 
patient. He grew weaker day by day. The chorea grad¬ 
ually became less and less marked, though it was never 
entirely absent. On January 2d he died. 

On the day following I secured an autopsy, though this 
was limited to the brain. My notes are as follows : Cal¬ 

varium somewhat increased in density. Amount of cere- 
bro-spinal fluid estimated at five or six ounces. Dura 

thickened and adherent along the vertex. Sinuses and 
veins of pia much distended with blood. Meshes of the 
pia and arachnoid excessively oedematous, and exhibiting 
here and there milky opacities. Brain as a whole soft 
and also very oedematous throughout. Pia easily de¬ 
tached. Surface of cortex uniformly pale. Ventricles 

not perceptibly dilated. Walls of ventricles also exces¬ 
sively pale. Choroid plexuses somewhat cystic. Vessels 
of base somewhat thickened. 

The substance of the brain was now exposed by hori¬ 
zontal section so as to reveal the centrum ovale, and 
the capsules and basal ganglia at various levels. Abso¬ 
lutely nothing beyond general oedema and pallor was 
noted. 

Portions of the cortex were next removed for micro¬ 
scopical examination, as were also various blocks of tis¬ 
sue from the left hemisphere, especially the posterior 
third of the posterior segment of the internal capsule and 
contiguous portion of the optic thalamus. 

As might have been predicted, this examination yielded 
negative results. Nothing abnormal was noted. 

Case II.—J. F., a carpenter, aged 60, stated that he had 
suffered more or less from vertigo for several years. In 
addition, he gave the following account of a rather re¬ 
markable experience: One day, two years ago, while 
walking upon the street, he suddenly lost power in his 
right leg, so much so, and so suddenly, in fact, that he fell 
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to the pavement and had to be assisted to a neighboring 

house. Strange to say, his paralysis lasted but a short 

time. It seemed to him but ten or fifteen minutes, though 

it may have been longer. At the end of this time he was 

able to use his leg sufficiently to walk home, though he 

did not regain complete power in it for several days. He 

asserts positively that he was perfectly conscious during 

this attack, that he did not fall by reason of vertigo, and 

that he was otherwise well. Further, he has had no re¬ 

currence of the attack. 
Up to May of last year, he had, with the exception of 

occasional vertigo, enjoyed average health. At this time 

he was engaged in carpenter work upon a building, and 

upon one occasion while standing upon a scaffolding, he 

accidentally lost his footing and fell from the height of a 

few feet to the ground. He was somewhat jarred by the 

fall, but, with the exception of a slight bruise upon his 

right leg, he escaped without injury. Four or five days 

after the fall he noticed a slight twitching in the toes of 

the right foot. A few days later, this twitching had 

spread to the entire leg, and soon after the right arm be¬ 

came likewise affected. The trouble gradually increased 

until October last, when the jerking of the arm and leg 

became so violent as to interfere with sleep. He then 

presented himself at the University Hospital with the fol¬ 

lowing symptoms. He had extensive and continuous 

choreic movements of the right arm and leg. The face 

was not affected, and inquiry disclosed that it had not at 

any time been involved. On testing the sensation with 

the aesthesiometer, no marked difference could be detected 

between the two sides. The grip of the right hand was 

slightly weakened. 

His urine was examined and the examination frequently 

repeated at subsequent visits. It was pale in color, had a 

specific gravity varying from 1,010 to 1,015, and always 

contained a very large amount-of albumin. It appeared, 

too, to be increased in quantity, as the man stated that he 

was obliged to rise two or three times every night to 

empty his bladder. Tube casts were found without very 
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much difficulty, though they were not numerous. There 

were small hyaline, large and small granular, and some 

fatty casts. The last were least frequent. There were 

.also a few fat-drops and some compound granule cells. 

The man was first placed upon remedies directed to the 

Bright’s disease, but without any noticeable improvement 

in his condition. Finally he was placed, as a matter of 

experiment, upon very small doses of Fowler’s solution, 

with a marked though temporary improvement. How¬ 

ever, on account of the state of his kidneys, it was not 

deemed advisable to push the drug, and it was discon¬ 
tinued. 

The condition of hemichorea was maintained without 

evident change until February of this year. The man at 

no time presented any symptoms of oedema of the face or 

limbs. The condition of the radial artery suggested 

sclerosis of the vessels. He at no time suffered from 
headache. 

Up to February, the choreic movements had been 

strictly limited to the right side. Since that time, how¬ 

ever, faint choreic movements of the left foot have been 

occasionally observed. The choreic movements of the 

right side are still violent, while in the left foot the move¬ 

ments are scarcely noticeable and are present only at 

times. The patient is still an occasional visitor at the 
hospital. 

It may be of interest to append the report of an ophthal¬ 

moscopic examination made by Dr. S. D. Reiley. It is as 

follows: “ The bearer has several granular spots in the 

macular region of the right eye, probably indicating in¬ 

cipient albuminuric retinitis. No other gross lesions.” 

How shall we explain these remarkable cases ? Is there 

a causal relation between the Bright’s disease and the 

hemichorea, or is the association of the two affections 

merely accidental ? While I do not pretend to give a posi¬ 

tive or final answer to this question, I maintain that the 

weight of evidence is in favor of the first hypothesis. In 

the first place, we have here no evidence of organic cere¬ 

bral disease such as we are led to expect from the re- 
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searches of Dr. S. Weir Mitchell1 * * and from the later work 

of Charcota and Raymond.* There is in these cases no 

history of a previous hemiplegia, and secondly the autopsy 
of Case I. proved the entire absence of -any focal lesion, 

while the most detailed and careful study of Case II. like¬ 

wise negative any hypothesis of organic disease. 
It may seem strange, indeed, that if the chorea be really 

related to the Bright’s disease it should be so limited in 
its distribution. It may be difficult to understand why a 

general cause should give rise to such a localized set of 
nervous phenomena, and yet that disturbances of the ner¬ 

vous system strictly limited to one-half of the body do 
occur in Bright’s disease is no longer a matter of doubt. 
In the Revue de Medecine of September, 1885, Raymond,4 
in a paper on certain paralytic accidents occurring 
amongst old people, and the probable relation of these 

accidents to uraemia, reports a series of remarkable cases, 

and among them five cases of sharply defined hemiplegia 
occurring in old men in which the autopsy revealed a 
general and marked oedema of the brain substance, but 

not a trace of a focal lesion. Raymond also demonstrated by 
actual experiment a one-sided action of the nervous system 
in uraemic poisoning. He ligated in an animal the hili of 
both kidneys after having previously removed the cervical 
ganglion of the sympathetic of one side. He did this in two 
instances, and in each case the uraemic convulsions which 
ensued were limited to one side of the body. Evidently 
in these experiments the power of the two halves of the 
nervous system to resist the action of the uraemic poison 

was made unequal by the mutilation of the sympathetic, 

and the result w*as a one-sided convulsion. This is, no 

1 S. Weir Mitchell, American Journal Med. Sci., October, 1874. 

* Charcot, “ Lejons sur les mal. du. syst. nerv.,” Tom. II. 

8Raymond, ‘‘Etude anatom., physiolog. et clinique sur l’hemichoree. 

l'hemianaesthesie et les tremblements symptomatiques. ” These pour le Doc- 

torat en Medecine, 1876, Versailles. 

4 Raymond, “ Sur la pathogenie de certains accidents paralytiques observes 

chez des vieillards. Leur rapports probables avec l’uremie.” Revue de 

Medecine, Sept., 1885. 
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doubt, also the explanation of three cases1 reported by 
Raymond in which there was a history of a former attack 

by hemiplegia with recovery, and in which years after¬ 

wards the occurrence of uraemia caused a reappearance 
of all the symptoms of the old hemiplegia without the 

production of a new focal lesion. The autopsies revealed 
cicatrices in one or the other hemisphere together with 
general oedema and nothing more. 

Raymond does not stand alone in his observations. 
More recently Chantmesse and Tenneson2 have reported 
four cases of uraemic hemiplegia and in which the autop¬ 
sies revealed nothing but general cerebral oedema. They 
have also reported two cases of uraemic epilepsy in which 
the convulsions were strictly limited to one side. One of 
these cases was confirmed by autopsy, there being no 

focal lesion, merely oedema. The other case recovered 

from the convulsive attack, but afterwards suffered from 
variable and fugacious paresis of one or more limbs. This 
fugacious paresis is interesting in connection with the 
second case of hemichorea reported in this paper, in 
which there is a distinct history of a marked and yet 
transitory palsy of one leg. 

It is important, also, as indicating that the one-sided 
action of the nervous system in uraemia is by no means 
limited to old persons, to note that three of the cases re¬ 
ported by Chantmesse and Tenneson were but thirty-five 
years old. 

1 Cases V., X., and XI. Loc. cit. 

* Chantmesse et Tenneson, “ De l’hemiplegie et de l’epilepsie partielle ure'- 

miques,” Revue de Medecine, Nov., 1885. 


